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EXCESS OF UNLABELED LIGAND
and inhibited by EDTA ( Fig 6A) as previously reported,'9 EDTA did not abolish the HRGP inhibitory effect on heparin binding to U937 cells ( Fig 6B) . cells/mL ( Fig 7B) . An equivalent degree of thrombin mactivation was obtained by 60 ng/mL of heparin in the fluid phase ( Fig  7A) . Fig 1) , and heparin affinity chromatography of the surface labeled cell lysates revealed a major 120 Kd heparin-binding protein (Fig 4) . (Table  3 ). The anticoagulant potency of the cell-bound heparin was equivalent to that of fluid phase heparin (Fig 7) . Human monocytes and macrophages generate potent tissuefactor activity on stimulation and provide an optimal cell surface for the efficient assembly of prothrombinase, the major enzyme complex that catalyzes thrombin generation domain rich in histidine, proline, and glycine that binds heme and metals. Biochemistry 24:1496, 1985 For personal use only. on November 10, 2017. by guest www.bloodjournal.org From
